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 Mice Humans 
Heart rate >300 bpm 70-100 bpm 
Total plasma cholesterol 50-100 mg/dl (wild type) 150-300 mg/dl 
Major lipoprotein HDL LDL 
CETP - + 
Atherosclerosis generation 
time 

Months (genetically 
modified mice) 

Years 

Sites of atherosclerosis Aortic sinus 
Aortic arch 
Innominate artery 

Aortic arch 
Carotids 
Coronary arteries 

Table I.  Atherosclerosis relevant differences between mice and humans 
 
 
 
 
 
 
 
 
 
 
 
 
 

 Atherogenic component Reference 
Macrophages 1, 2 

T cells 3-5 
B cells 5 

Dendritic cells 6 
Neutrophils 7 

Chemokines 8 
Cytokines 9 

 
 
 
 
 
 
 
 

 
Table II.  Mouse models have been instrumental in examining the role of the immune 
system on atherosclerosis. 
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Figure Legend. 
 
Figure I.  Atherosclerotic lesions in the innominate artery and aortic root sinus associated 

with the left coronary artery (LCS) in mice exposed to approximately the same lifetime 

burden of plasma cholesterol (9,377- 12,523 mg/dl). The chow fed apoE-/- mice were 

sacrificed at 27 weeks of age and had average plasma cholesterol levels of 464 mg/dl.  

The apoE-/- and LDLR-/- mice fed WTD for 6 weeks were switched to the diet at 8 

weeks of age (14 weeks at time of sacrifice).  The average plasma cholesterol levels on 

WTD were 1,095 mg/dl for apoE-/- mice and 1,255 mg/dl for the LDLR-/- mice.  Note 

that the lesions in the WTD fed mice are richer in macrophage foam cells, especially in 

the case of the LDLR-/- mice, while the lesions in the chow fed apoE-/- mice are much 

more complex and cellular, with notable necrotic cores and presence of cholesterol 

crystals.   

 

 



ApoE-/-
Chow 27 weeks

ApoE-/-
WTD 6 weeks

LDLR-/-
WTD 6 weeks

Innominate Artery

LCS of Aortic Root

20x

10x

20x


	Figure I.pdf
	Slide Number 1
	Slide Number 2
	Slide Number 3


